Cataract extraction is commonly required in diabetics since there is an increased prevalence of cataract in diabetes. These cataracts also tend to occur at an earlier age.'-3 It is therefore necessary that ophthalmologists become familiar with aspects of cataract extraction peculiar to diabetics.
Peroperatively it is recognised that there is a higher incidence of pigment dispersion and fibrinous reaction in the anterior chamber, together with the development ofposterior synechiae,4 as well as non-syneretic posterior vitreous detachment occurring in younger patients (under 50) is thought to be specifically associated with diabetes and to contribute to macular oedema.
The main features involved in the progression of retinopathy following cataract surgery are likely to be inflammatory in origin and whatever the stimulus the retinal capillaries appear to mount a pathological response to surgery with resulting disruption of the blood-retinal barrier."' This would be very much in keeping with an increased anterior segment inflammatory reaction noted following cataract surgery. The paper by Menchini et al in this issue looks in detail at the development of cystoid macular oedema following extracapsular cataract extraction with IOL insertion in diabetics without retinopathy and compares this with non-diabetics. A significant increase in the development of cystoid macular oedema is seen in diabetics after 1 year compared with nondiabetics as shown on fluorescein angiography.
These results are remarkably similar to those of Pollack" with both papers finding, at 1 year postoperatively, signs of cystoid macular oedema on fluorescein angiography in 25% of patients with diabetes but without retinopathy at the time of surgery compared with none in the non-diabetic eyes in Menchini's paper. While none of Menchini's diabetics developed diabetic retinopathy, even on fluorescein angiography, the development of angiographic cystoid macular oedema indicates a breakdown in the blood-retinal barrier which, were it to be added to an existing background retinopathy, might well be expected to convert this to overt diabetic maculopathy. Bearing this in mind it behoves ophthalmologists performing cataract surgery in diabetes to pay particular attention to the assessment of any retinopathy developing or progressing in the postoperative period, particularly since nowadays there is an increased tendency to reduce the number of postoperative visits and to discharge patients early following cataract surgery. It is important to examine such patients carefully postoperatively to prevent these problems being missed in the early stages.
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